Many workers support the theory that leprosy starts with the appearance of an indeterminate patch on the skin and then progresses to the other serious forms or types. I Neuritic leprosy is the only type which appears without passing through this stage. However, some recent reports say that even neuritic cases have been seen to develop borderline skin lesions in the course of the disease. 6 Various syndromes associated with nerve lesions have been considered or compared with leprosy, either at the time of making a differential diagnosis, or they have been known to occur during the course of leprosy.
In the first group, scalenus anterior syndrome, cervical rib syndrome and meralgia paraesthetica are the commonest.
Tn the second group the most frequently occurring clinical entity is lagophthalmos due to the involvement of the facial nerve trunk or its branches supplying the orbicularis oculi.7 Less frequently occurring cranial nerve involvements are bulbar palsy type syndrome8 and the loss of taste sensation due to the combined effects of fa cial, trigeminal and glossopharyngeal nerves.9 Melkersson syndrome, a rarely seen clinical entity which is manifested by a recurrent fa cial paralysis, recurrent and eventually permanent fa cial (especially confined to lips) oedema and less constantly, plication of the tongue, has also been described, and this could be due to leprosy, at least in the Far East.
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Trigeminal neuralgia occurs in the elderly and middle aged, and consists of an excruciating paroxysm of pain in the gums, lips, cheek and chin, and, very rarely, in the distribution of the ophthalmic division of the 5th nerve. The pain seldom lasts more than a few seconds but may be so intense that the patient winces. The paroxysms frequently occur day and night for several weeks at a time. The cause of this clinical entity is unknown, although occasionally it is a manifestation of multiple sclerosis or herpes zoster. Very rarely a tumour or vascular anomaly in posterior fo ssa causes irritative lesion in the nerves, which is symptomatically indistinguishable from that of trigeminal neuralgia.
The text-book picture of trigeminal neuralgia does not include paralysis of muscles supplied by the 5th nerve.
Case reports (Figure 1) 
1.
S.H., a 25-year-old Muslim male, complained of tingling in a small area of his left cheek, intermittently for 3 months. In the area of irritative symptoms no visible patch or nerve thickening was noticed. Slit skin smear for M. leprae and lepromin reaction was negative. A provisional diagnosis of Trigeminal neuralgia was made. At the time of the 2nd examination (12 months later), a raised infiltrated patch with anaesthesia along with thickened infraorbital branches on the same side was noticed. A clinical diagnosis of BT leprosy was made and later confirmed by histology of the lesion. 2. R.J., a 27-year-old Hindu male, under treatment for neuritic leprosy , had developed a cutaneous lesion 12 months before and had paraesthetic symptoms (tingling) on pressing the left side of the forehead. On examination the supraorbital branch of the left trigeminal nerve was found palpable and firm. On pressing this the patient complained about the tingling. There was a fa int hypopigmented patch on the left side of the fo rehead which gradually became more demarcated. The patient responded to a course of multidrug therapy supplemented with oral steroids. Histology of the lesion confirmed BT leprosy. 3. P.K.M., a 30-year-old Hindu male, presented with a sudden onset of an erythematous patch on the left side of the fo rehead, which covered the area demarcated by hairline above and nasolabial fold below, midline of the fa ce, medially and laterally, and most part of the left eyebrow laterally. On the same side the zygomatic branch of fa cial nerve was thick. This patient gave a history of having suffered with trigeminal neuralgia 8 years ago which had recovered partially without treatment. He had paralysis of the muscles which are supplied by the motor division of the trigeminal nerve.
He was treated as a case of cerebro-vascular abnormality. After 2 months the lesion was fo und to be erythematous, firm, smooth and oedematous. lts margins sloped. The left ear was red, slightly itchy and edematous. The cornea was dry and corneal sensations were decreased. There was lacrimation, sialorrhoea and rhinorrhoea, but the patient was unable to fe el the discharge due to anaesthesia, indicating sensory loss on the left side. Sensation for modalities like temperature and touch were reduced and impaired in the area innervated by ophthalmic and maxillary divisions of the trigeminal nerve. However, impairment of these modalities in mandibular division was doubtful. Taste sensations were partially affected though the left side of the oral cavity was anaesthetic.
The muscles supplied by the left trigeminal nerve were wasted. Muscle power in massater, pterygoid and temporalis were graded 3, 2 and 1, respectively. There was no weakness in the muscles supplied by the fa cial nerve.
In slit skin smears from facial lesions and ear lobules, My cobacterium /eprae were absent. Blood, urine analysis, skull X-ray and CAT scan were within normal limits. Tests for VDRL and LE cells were negative.
The patient was diagnosed as suffering with borderline tuberculoid leprosy.
Discussion
In the I st case a provisional diagnosis of trigeminal neuralgia was made. Even in the 2nd, paraesthetic symptoms suggested the same diagnosis but there were enough signs to diagnose leprosy. In the 3rd case, even though the first diagnosis of trigeminal neuralgia had been made 8 years before, there is enough information to support the belief that those manifestations could have been an early presentation of leprosy.
Trigeminal neuralgia is a sensory affliction and impairment of motor functions is not documented. In leprous neuritis it is common to find damage to the motor fu nctions resulting in paresis or complete paralysis of the muscles supplied by the affected nerve.
Neurological manifestations of preclinical leprosy deserve more attention. As early as 1964, Cochrane had observed that the early lesion may be preceded by vague paraesthetic or neurological symptoms. I I To quote him, 'I am convinced that the first definite evidence of disease is seen in the appearance of an area of anaesthesia. This definite sign may be preceded by vague subjective symptoms such as tingling.' He fu rther observed that the time gap between the onset of the I st sign and diagnosis of leprosy can vary from 2 to 20 years. A recent study by us (under communication) also supports the above views.1 2
The cases reviewed here give enough information to support the view that trigeminal neuralgia-like symptoms may be due to leprosy, and before diagnosing a patient as suffering from trigeminal neuralgia, leprosy should also be considered, particularly if the patient has a fa mily history of leprosy or he or she lives in a leprosy endemic area.
